secondary mania (e.g. Clark & Davison, 1987; Bracken, 1987; Shukla et al, 1987; Yatham et a!, 1988) . This patient developed a secondary bipolar (mixed) disorder with recurrent episodes of major depression and mania. We suggestthat the caseadds to the growing evidence that head injury may be directly causative in affective psychoses.
In keeping with the observation by Cohn et a! (1977), we observed a good response to lithium at two-year follow-up. Clark & Davison (1987) advocate the use of ECT in secondary mania, and this casesupports the use of ECT in depressiveillness secondary to head injury. The effectiveness of ECT on its own has not previously been described in such cases, but reaffirms the findings of Merskey & Woodforde (1972) that ECT might modify the course of secondary depressive illness.
On present evidence we cannot speculate on the neuroanatomical substrates involved in the diverse manifestations of psychotic syndromes. New imaging techniques and post-mortem studies are required to understand the neuropathological basis for these phenomena.
630â€"63 1. CROCKARD, H. A. (1983) (Cooper, 1967) and in the other mania was the presenting feature of a progressivedialysisencephalopathy (Jack eta!, 1983) .
Mania secondary to advanced uraemia caused by polycystic disease of the kidneys in a 62-year-old woman involved a complex interplay of physical, psychologicaland social factors. Psychotherapyand thioridazineled to full recovery. British Journal of Psychiatry (1991), 158, 119â€"121 Mania in associationwith uraemia was first reported at the end of the 19th century, but only one casehas been documented this century (El-Mallakh et a!, 1987). These cases are examples of organic manic Our casediffers from the earlier report with respect to the presence of polycystic kidney disease (PKD) and the sudden eruption of the psychosis during the initial treatment of the chronic renal failure.
Case report
A 62-year-old, previously healthy, married woman pre sented with a two-week history of weight loss, malaise, dyspnoea,hiccoughing nausea,and vomiting. There was a family history of PKD in her father and one of her brothers but noneof mental illness.Examination revealed a normal mental state, sallow skin, a pulse rate of 86/mm, blood pressure 105/50 mmHg, jugular venous pressureraised by 3 cm, a pericardial rub, bilateral renal enlargement,and absentankle jerks. Laboratory investi gations were consistent with renal failure. Blood cul tures were sterile. Chest X-ray showed cardiomegaly. Abdominal ultrasoundrevealedmultiplecysticareasin grossly enlargedkidneys and smaller cystic lesionsin the head of the pancreasand the liver.
Chronic renal failure secondaryto PKD wasdiagnosed. Haemodialysiswasinstigated, initially with no ill effects, but after the fifth dialysis, nine days later, the patient became overactive, with pressure of speech, elated mood and insomnia. Serum electrolyes were now normal and plasma urea had fallen from 79.8 to 34.4 mmol/1 and creatinine from 1.478to 0.567mmol/1. By the 1ith day she was singing loudly, joking, smiling and talking continuously.
There was no personal history of mental illness. Her birth and early development were normal. She had a good relationship with her threeolder brothers and her parents. However, after being sexually abusedby a neighbour at the age of eight shebegantruanting and ran away from homeon several occasions. At the ageof 11shewasplaced in a children's home for four years. When she returned home, she worked as a seamstress. At the age of 21 she married. There was considerablemarital discord initially and a brief period of separation15yearsago,but sincethen she and her husband have worked together in highly successful marital and business partnerships and own their own commercial cleaning company. Both now regard their relationship asclose.Shehad an ectopic pregnancyat the age of 24 and subsequently has been unable to have children. The patient drunk up to two largeglassesof beer a day from the ageof 26until two yearsagobut at no stage havethere beenany featuresof alcohol dependence. Pre morbidly she was an extravert with a tendency to act impulsively, living for the moment and seldomworrying. Shecould not recall everbeingunhappy for any length of time. Although she worked hard to meet her high standards, she was not obsessional. At the examination she was overactive,extremely cheerful, continually joking and smiling, and madegood eye contact. She was fully orientated in time, place and person and had not been confused. There was marked pressureof speechand it wasvery difficult to interrupt her conversation.Sheclaimedshefelt well, but appearedelated and slightly irritable. Sheexperiencedâ€oe¿ racing thoughtsâ€• andviewed thefuturewithoptimism. Therewerenosuicidal thoughts. Shealso had loosely held ideas(which werenot of delusional intensity) that there was â€˜¿ something strange going on' and that she was responsible for several well publicised tragedies. She also experienced a hypnagogic auditory hallucination telling her to â€˜¿ live'. On cognitive testing, attention and concentration were impaired but short-and long-term memory were intact. Her level of knowledge was consistent with her educational background andshewasof average intelligence. Shehadlimitedinsight into her condition.
The patient was commencedon thioridazine (100mg q.i.d.) and supportive psychotherapy. Thrice weekly haemodialysis continued. A computerised tomography (CT) scanof the head revealedno abnormality.An electro encephalogram(EEG) showeda slight generalisedexcess of fast waves and some theta activity. She recovered from this disturbanceof hermentalstateoverthe nextfour weeks and thioridazine was gradually reducedto 50mg twice a day. After threemonthsshehadan indwellingperitoneal catheter inserted under general anaesthetic and has subsequentlylearnedhow to manageher own peritoneal dialysis. The thioridazine was gradually withdrawn over four months.
Discussion
The close temporal proximity of the organic insult and the absence of family or personal history of previous psychiatric illnessand the late age of onset for the mania made a diagnosis of manic depressive illness (or bipolar disorder) extremely unlikely (Cook et al, 1987; Stone, 1989) . However, the clinical features of this casedid satisfy the criteria for organic manic syndrome (American Psychiatric Association, 1987) or secondary mania (Krauthammer & Klerman, 1978 ).
Both uraemic encephalopathy and dialysis disequili brium were considered, but the absence of confusion or disorientation mitigated against the diagnosis of such delirious states (Marshall, 1979) . In addition the EEG showed fast activity with some slow waves which may have been induced by thioridazine (Itil, 1974) rather than the typical slowing seenin uraemic encephalopathy (Ginn eta!, 1975) . Dialysis dementia hasbeena causeof secondary mania(Jacketa!, 1983), butthis condition was excluded asthetime course was too short and there was no involvement of higher neurological function.
Although saccular cerebral aneurysms have been reported in associationwith PKD (Zeier eta!, 1988) , and structural brain diseaseis a potent causeof late onset hypomania (Krauthammer & Kierman, 1978; Cook eta!, 1987) , the clinical picture and subsequent investigations did not support a diagnosis of cerebrovascular haemorrhage nor an intracerebral space-occupying lesion.
There were severalaetiological factors that should be considered in the pathogenesis of this organic manic syndrome. The disorder was precipitated by chronic renal failure secondary to PKD. It has been suggestedthat the metabolic derangement of uraemia includes a factor present within the serum that reduces the activity of the sodium-potassium pump within neuronal membranes, leading indirectly to increased neurotransmitter release and the production of mania (El-Mallakh et a!, 1987) . The â€˜¿ lag period', in our case nine days, between the metabolic disturbance of uraemia and the onset of neuropsychiatric symptoms is well recognised but unexplained (Marshall, 1979) . The development of serious physical illness was a major life event. Such events are common before a first manic episode but whether they are causal or precipitant can never be answered absolutely (Ambelas, 1987) .
A predisposing factor which might explain why this patient developed mania when so many other patients with uraemia do not was her pre-morbid personality. She showed a tendency to minimise distress, was optimistic, and could never recall being unhappy. This personality structure may have predisposed her to cope with the loss of her renal function by using a manic defence (Klein, 1948) . It is interesting that her gradiose ideas had a depressive theme.
Her previous consumption of alcohol, although well above the recommended â€˜¿ safe limits', had not caused her any significant physical, psychological or social harm. The childhood experience of sexual abuse may have been a contributory factor to her truancy and running away from home but she denied anysubsequent problems inheradult life related to the assault.
In summary, the evolution of this organic manic syndrome involved a complex interplay of metabolic, psychological and personality variables. The acute onset of the manic syndrome secondary to the uraemia, the relatively stable pre-morbid personality, the supportive relationship with her husband and the absenceof any other psychosocial stressorssuggested that the prognosis for her mental health was good providing her physical state remained controlled by peritoneal dialysis.
